REPLY: In their letter Meredith and Groen (2010) emphasize the role of GABAergic inhibition in controlling dendritic excitability and depolarization in pyramidal neurons and, consequently, in regulating the induction threshold of long-term potentiation (LTP). In particular they stress the requirement of a burst of postsynaptic back-propagating action potentials in the induction of spike timing-dependent plasticity (STDP) when inhibition is functional in vitro. We totally agree with their view. Indeed countless reports show that LTP is more readily induced when dendritic excitability and depolarization are not regulated by inhibition.
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In our experiments GABAergic inhibition was blocked to analyze the role of glutamatergic excitatory postsynaptic potentials (EPSPs) and back-propagating action potentials in the genesis of LTP by STDP (Fuenzalida et al. 2007 (Fuenzalida et al. , 2010 . In these reports a single action potential was sufficient to induce LTP with STDP protocols.
We point out that recently Kwag and Paulsen (2009) reported that an STDP-like protocol-which simulates the theta rhythm and generates a single back-propagating action potential per theta cycle added to an EPSP-was able to induce LTP not only with intact inhibition but also without inhibition in CA1 pyramidal cells in vitro.
Therefore the degree of postsynaptic depolarization needed for back-propagation of action potentials and dendritic Ca 
